Autism is a pervasive developmental condition with complex aetiology. To aid the discovery of genetic mechanisms, researchers have turned towards identifying potential endophenotypes -subtle neurobiological or neurocognitive traits present in individuals with autism and their ''unaffected'' relatives. Previous research has shown that relatives of individuals with autism exhibit face processing atypicalities, which are similar in nature albeit of lesser degree, to those found in children and adults with autism. Yet very few studies have examined the underlying mechanisms responsible for such atypicalities. Here, we investigated whether atypicalities in adaptive norm-based coding of faces are present in relatives of children with autism, similar to those previously reported in children with autism. To test this possibility, we administered a face identity aftereffect task in which adaptation to a particular face biases perception towards the opposite identity, so that a previously neutral face (i.e., the average face) takes on the computationally opposite identity. Parents and siblings of individuals with autism showed smaller aftereffects compared to parents and siblings of typically developing children, especially so when the adapting stimuli were located further away from the average face. In addition, both groups showed stronger aftereffects for adaptors far from the average than for adaptors closer to the average. These results suggest that, in relatives of children with autism, face-coding mechanism are similar (i.e., norm-based) but less efficient than in relatives of typical children. This finding points towards the possibility that diminished adaptive mechanisms might represent a neurocognitive endophenotype for autism.
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Introduction
Autism spectrum disorders (ASD) are pervasive developmental conditions characterised by often striking difficulties in social communication and social interaction in addition to repetitive and unusually focused behaviours and interests (American Psychiatric Association, 2000) . Early twin and family history studies firmly established that genetic factors play a crucial role in the aetiology of autism (Bailey et al., 1995; Bolton et al., 1994; Folstein & Rutter, 1977 ). Yet, despite numerous studies using linkage or candidate gene approaches, the discovery of a single genetic locus of major effect has not been forthcoming. Instead, there is now clear consensus among geneticists that autism is both oligogenic -resulting from the action of multiple interacting genes -and multifactorial -resulting from interactions between genes and environmental factors, which have yet to be fully identified (see Geschwind, 2011, for review).
A significant minority of parents and siblings of individuals with ASD show behavioural traits that are qualitatively similar to the defining features of ASD, albeit in more subtle form (see Bailey, Palferman, Heavey, & Le Couteur, 1998, for review). Many studies have attempted to identify the various components of this so-called ''broad autism phenotype'', which can include rigid or aloof personality traits, difficulties initiating and maintaining friendships, limited communicative use of language, and overly focused and unusual interests and activities (Bishop, Maybery, Wong, Maley, & Hallmayer 2006; Losh, Childress, Lam, & Piven, 2008; Losh & Piven, 2007; Piven, Palmer, Jacobi, Childress, & Arndt, 1997 ).
Focusing on the behavioural level alone, however, is not an ideal basis for identifying genetic mechanisms: the same genotype can give rise to different behavioural phenotypes, and the same phenotype can arise from a range of genotypes (Gottesman & Gould, 2003) . Researchers have therefore turned their attention towards discovering neurobiological or cognitive markers that are initially unobservable but which are more proximal to the underlying 
